The mechanisms by which long-term potentiation transients, reflecting an increased release of Ca 2ϩ from (LTP) is expressed are controversial, with evidence for internal stores in the spine. Thus, LTP at Schaffer-assoboth presynaptic and postsynaptic involvement. We ciational synapses on hippocampal pyramidal cells in have used confocal microscopy and Ca
, EPSCaTs could be disas difficulties in interpreting classical quantal analyses tinguished from failures as events above the noise level; when the evoked responses arise from an unknown and p Ca was estimated from the proportion of stimuli that potentially large number of synapses (Korn and Faber, evoked an EPSCaT (only counting responses to the first 1991; Walmsley, 1995) . In this study, we have sought of the pair in cases where paired stimuli were given) in to minimize such interpretational difficulties by using a series of line scans. Test stimuli were then delivered for 15 min to establish a baseline for the evoked electrical EPSCaT amplitude ( Figure 3A) . Moreover, increases in p Ca preceded the emergence of increases in EPSCaT block of NMDA receptors by bath application of a Mg 2ϩ -free solution increased the EPSCaT amplitude (%⌬F/F amplitude. We monitored synapses that were responsive at the outset of the experiment and hence were increased from 76.2% Ϯ 9.0% to 106.6% Ϯ 8.7%, n ϭ 5, p Ͻ 0.01 paired two-tailed t test) but had no effect endowed with NMDA receptors, AMPA receptors, and releasable Ca 2ϩ stores. The lack of effect of reduction on p Ca curred in the absence of any substantial change in
